just behind angle of mouth. This was excised, and on histological examination proved to be tuberculous. It was three-quarters of an inch in diameter, and it looked like an epithelioma, but was so remarkably soft that on pressure it could scarcely be felt at all. It has healed up very well, and there has been no further trouble.
The present trouble began about eighteen months ago, and the ulcer has gradually increased in size and extent. There has been little or no pain, no tenderness on touching the tongue and no discomfort on taking food. On the dorsum of the tongue there is a raised area about 1J in. by 1 in. This is bounded by a deep sulcus which, if opened, shows ulceration at its base. There is also a definite area of ulceration at the back of the groove. There is some induration behind but little or none at other parts of the sulcus. At the left side of the tongue are two small indurated nodules, the posterior of which is ulcerated. The latter was excised December 6, 1929, and histological examination shows it to be tuberculous. The lymphatic glands on both sides of the neck are slightly enlarged. There are signs of phthisis on both sides of the chest and an X-ray examination shows that there is extensive tuberculous disease of both lungs.
There is no tuberculous disease of the larynx. The patient was in a' sanatorium some years ago, and the phthisis is not at present active. There are no symptoms, and the tongue has been very much the same for the last year. I do not propose any active treatment, as it might light up the pulmonary tuberculosis; the ulcer will be kept clean, and the patient's general health will be maintained as far as possible. Male, aged 52. Came to hospital complaining of pain and discoloration of a toe, which had been troublesome for some months. Headache and giddiness for some months, but not severe.
Pulsation in tibials poor. Arteries rather thick. Blood-pressure 160/115. Distinct cyanosis. Spleen juist palpable. No cardiac enlargement. Wassermann reaction negative. Urine normal; urea-concentration normal. Fragility curve showed that the red cells were a little more fragile than normal.
After six weeks in hospital under treatment, the blood-pressure settled at 100/75. The spleen was no longer palpable. Later, as the blood-count rose again to a high level, the blood-pressure was 135/100, and the spleen was again felt.
The charts show the effect of treatment with phenylhydrazine hydrochloride on the blood-picture and on the blood-bilirubin. [Charts demonstrated on screen.] At present the patient feels well and has no symptoms, and I would like to know whether we should continue to give small doses, or wait until symptoms appear and then give moderately large doses. Phenylhydrazine is probably a poisonous drug and may have a bad effect on the liver. I think the administration of moderate doses from time to time is better than one or two large doses. The blood-pressure was originally high (160/115) but fell with the changes in the blood picture. It has risen again, but not to such a height.
Discu8sion.-Dr. F. PARKES WEBER said he had at present two cases of the kind under this treatment, but as yet it was too early to judge of the results. Two other recent cases had had complications which had prevented him from trying phenylhydrazine treatment. One had considerable jaundice of the acholuric kind, and he thought that destroying more red cells by phenylhydrazine, instead of removing them from the body by bleeding, would throw extra work on the liver, and so favour the development of bilirubin-calculi and even hepatic cirrhosis.1 In the other case there was decided albuminuria, and in consequence of that the drug had not been tried. He found, however, that the last patient vas now being given benzol internally at another hospital.
The fall in blood-pressure following phenylbydrazine treatment in Dr. East's case was very interesting if confirmed by similar results in other cases. Dr. EVAN BEDFORD said he had treated two cases with this drug, and his impression also was that it reduced the number of red cells. One of his own patients had had jaundice, and the doses given had been comparable with those given by Dr. East. Did Dr. East consider that the jaundice was due to hmmolysis, or to a toxic action of the drug on the liver cells ? If due to hsemolysis, it was not necessarily very serious, but if due to a toxic effect on the liver, the patient might be very ill. His own patient had appeared to be very ill at the time.
Dr. H. STANNUS asked whether ha-moglobin8emia had occurred, and if so, whether determinations were made of the amount after the drug was given, and also whether hemoglobinuria was present. These cases were of importance to tropical medicine, as they had a bearing on the question of the production of blackwater fever in malaria.
Dr. H. V. MORLOCK said he had seen one case treated by Dr. Scott Pinchin in this way, and during the treatment the blood-count had fallen, but it had afterwards risen again. The patient had been better while taking the drug and for some weeks afterwards, but he had not continued its use because, though there had been no jaundice, he was afraid of damage to the liver.
Dr. E. STOLKIND said he had treated a case of erythroemia for eight years, and had tried most of the classical methods of treatment, including potassium iodide, benzol, blood-letting, etc. At the beginning the red cells were 10,000,000, hbemoglobin 150%. Finally, he resorted to deep X-ray therapy, and this resulted in the reduction of the red cells to between six and seven million, the colour-index being 0 * 78.
Dr. MICHAEL ALBURY said that in using a drug of such potency it was important to know what were the earlier and delicate manifestations of its toxicity. A brisk rise in the polymorphonuclear cell count was taken to indicate a toxic effect on the liver, and therefore the discontinuance of the drug. Albuminuria in patients with hypertension was of doubtful significance. The smallest dose which he himself had used was 0 45 grm. He had seen a few cases in which a daily dose of 0. 1 grm. had been given over one or two weeks, the patient's progress being carefully controlled by the fall in the red cell count, and also by observing the level of the white cell count.
Dr. TERENCE EAST (in reply) said that with regard to the increase of bilirubin in the blood there was only an indirect reaction. He did not know how one could say whether the increase in the pigment was simply due to the broken-down red cells, or whether it indicated damage to the liver. The highest level for the van den Bergh, three units, came very soon after giving the drug. Probably the increase in the blood bilirubin was partly due to the toxic effect on the liver. It was curious that the bilirubin should have been so low before treatment-0 * 2-when the patient had so much in the way of red cells, which must have been continually breaking down. The dark colour of the urine was due to urobilin, not to bile. There had been no heemoglobin in the urine. G. B., male, previously shown before this Section.2 He can now walk and is much more healthy. Ossification of all the long bones is proceeding satisfactorily. There is a well-formed epiphysis for the head of the femur and the deformities at the end of the bones are greatly diminished.
Coxa vara is still present-greater in one leg than the other. The diagnosis is still open to question, but it is considered that rickets is the cause of the greater part of the condition.
